SUMMARY The effect of duodenogastric reflux on systemic and portal venous blood concentrations of somatostatin has been studied in the dog. Duodenogastric reflux suppressed somatostatin concentrations in both systemic and portal venous blood, but this did not occur when bile alone was diverted into the stomach. The suppression was also much less marked when truncal vagotomy accompanied the reflux. These findings suggest that altered somatostatin activity may play a part in the production of the pathophysiological changes occurring in clinical conditions such as peptic ulceration, in which there is an increase in duodenogastric reflux.
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Dogs with surgically produced duodenogastric reflux hypersecrete gastric acid in response to pentagastrin1 but not to histamine. 2 (Table) . This selective hypersecretory response is accompanied by normal fasting serum gastrin concentrations but hypergastrinaemia in response to a standard meal3 and is associated with antral gland hyperplasia.4
These changes do not occur with bile diversion alone into the stomach5 and can be abolished by the addition of truncal vagotomy.6 One possible explanation of these functional changes would be that duodenogastric reflux suppresses a naturally occurring inhibitory substance produced by the antrum, that normally suppresses gastrin release from the G cells and also inhibits the acid response to pentagastrin, but not to histamine. Somatostatin fulfils these criteria and indeed a low dose infusion of 0*25 ug/kg/h has been found to restore the functional changes seen with duodenogastric reflux down to control levels.7 The effects of such reflux have therefore been studied on the systemic and portal venous concentrations of somatostatin.
Methods

ANIMALS
Adult litter mate beagles were randomly allocated into four groups each of five animals.2
(1) A control group. (2) A group with bile diversion, achieved by ligating and dividing the common bile duct and fashioning a cholecystogastrostomy high on the lesser curvature of the stomach (Fig. 1) . (3) A group with duodenogastric reflux, achieved by dividing the duodenum distal to the entry of the common bile duct and pancreatic ducts, and anastomosing the proximal end to the upper lesser curvature of the stomach. Intestinal continuity was restored by a posterior gastroduodenostomy ( Fig. 1) . (4) A group with duodenal reflux as above, with the addition of truncal vagotomy.
All animals were kept in the same environmental surroundings and fed on a standard diet. All animals were kept for six months postoperatively during which time secretion experiments were performed as previously described. 1-3 After six months all dogs were killed, but before this, samples of portal and systemic venous blood were collected by direct puncture. All samples were assayed for somatostatin concentrations using a radioimmunoassay technique.
Blood samples were withdrawn into iced heparinised tubes, centrifuged at 4°C and the plasma extracted by alcohol, the extracts blown dry in a jet of air and then stored at 4°C pending assay.8 The samples were reconstituted before assay in 0-04 M phosphate buffer pH 7.4. The standard was synthetic cyclic somatostatin. The antibody (OB 5(1)) was raised in rabbits to cyclic somatostatin and was used at a 1:15 000 final dilution in the assay tube. No crossreactivity with any other gut or islet peptide was found. The antibody was C-terminally directed although reaction with fragments was low, 230 was depressed by duodenogastric reflux down to 10.0 pg/ml (range 5-25) (p<005). This depression appeared less marked in dogs with reflux and truncal vagotomy (range 5-65 pg/ml) and did not occur when bile alone was diverted into the stomach (range 10-50 pg/ml) (Fig. 2) .
Portal venous somatostatin concentrations were higher than in systemic venous blood (Fig. 3) . Duodenogastric reflux depressed the median control level from 55 0 pg/ml (range 40-120) down to 20-0 pg/ml (range 10-40) (p<005), however, and again Duodenal reflux preparation 
